Slurry tank storage facilities are playing an increasing role in mechanised farming. Accidental poisoning from gases produced in such tanks is a recognised hazard, and multiple fatalities have been reported.1 2 The principal constituents are methane, ammonia, carbon dioxide and hydrogen sulphide. The On arrival of the ambulance about 20 minutes later, he was unconscious with no palpable carotid or femoral pulses, but there was still shallow respiration. The pupils were only moderately dilated. Oxygen was administered, and after several minutes he vomited and gradually regained consciousness. On admission to hospital the patient was orientated in person, time and place. He was not cyanosed. Blood pressure was 150/90mmHg, and his pulse irregularly irregular at 70 beats per minute. He had good bilateral air entry with normal breath sounds. Tone, power and reflexes were normal. The electrocardiogram confirmed atrial fibrillation, but was otherwise normal. The chest radiograph was normal, with no evidence of pulmonary oedema. Sinus rhythm returned within an hour of admission. Subsequent electrocardiograms and cardiac enzymes were normal. He made a rapid recovery and was discharged after two days. At follow-up one month later, he was in perfect health.
COMMENT
The reported case highlights the danger of working with slurry in a confined space. The toxic effects of slurry gases have been well documented3 and, although no qualitative or quantitative gas analysis was made at the scene, the clinical picture is consistent with inhalation of a high concentration of hydrogen sulphide. The sudden loss of consciousness was presumably due to paralysis of the respiratory centre with resulting hypoxia. Grand mal fits and long-term neurological sequelae have been reported,4 but despite collapse and unconsciousness our patient had no permanent ill effects. Supraventricular and sinus tachycardias have been associated with hydrogen sulphide intoxication, but we are not aware of atrial fibrillation being previously reported as a clinical complication. This arrhythmia was probably due to cardiac hypoxia although ventricular irritability would be a more expected finding. There was no indication in the patient's history, examination or investigations to suggest any pre-existing heart disease or paroxysmal tachyarrhythmia. There was no clinical or radiographic evidence of pulmonary oedema, and his initial cyanosis responded to administration of oxygen by the ambulance crew. The absence of pulmonary oedema can be explained by the sudden collapse and apnoea protecting the lungs from further toxic exposure. Our patient must be considered lucky to have survived this episode. His rescuers were also at considerable risk when dragging him clear without breathing apparatus, but in so doing they undoubtedly saved his life. After removal from the toxic environment, further management of hydrogen sulphide is mainly supportive, with the need for oxygen administration, cardiopulmonary resuscitation and mechanical ventilation being determined by the severity of intoxication. Inhaled or intravenous nitrite has been suggested as a measure to protect and reactivate cytochrome oxidase,5 but the need for its early, and probably pre-hospital, administration limits its efficacy. The 
